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Background:  Autophagic degenerations of cardiomyocytes have been recognized in dilated cardiomyopathy (DCM). Obese patients sometimes 
suffer from heart failure with varying etiologies. However, histopathological findings including autophagic changes in cardiomyocytes in obesity 
cardiomyopathy patients have not been evaluated.
Methods:  We examined 30 obese (body mass index; BMI > 30 kg/m2) DCM patients (39.1 ± 7.1 y.o.) and 20 non-obese DCM patients (41.8 ± 
10.0 y.o.). Endomyocardial biopsy from the left ventricle (LV) was performed. Clinical data were acquired at admission and after 2-months.
Results:  Obese patients had higher systolic blood pressure than non-obese patients (142.8 ± 33.9 vs. 113.6 ± 18.7 mm Hg, p < 0.001). LV 
ejection fraction (EF) and LV dimension were not significantly different between the two groups (25.4 ± 13.3 vs. 22.3 ± 9.9%, p = 0.088; 66.1 ± 8.8 
vs. 64.7 ± 9.7 mm, p = 0.486, respectively), but LV mass was greater for the obese group than the non-obese group (390.0 ± 135.2 vs. 284.0 ± 
67.8 g, p < 0.001). Electron microscopy revealed scattered lipid droplets within the cardiomyocytes. The droplet density was higher in obese group 
than non-obese group (1.93 ± 0.8 vs. 0.95 ± 0.7 /μm2, p < 0.001), and was correlated with BMI (r = 0.39, P = 0.005). Autophagic vacuoles filled 
with ribosomes were less frequent in obese group than non-obese group (23% vs. 85%, p < 0.001). The density of lipid droplets in cardiomyocytes 
had no correlation with autophagy. Multivariate regression analysis revealed that LV mass, enlargement of mitochondrial area, and decrease of 
B-type natriuretic peptide after 2-months were related factors to improvement in LVEF after 2-months (p = 0.018, 0.047, and 0.004, respectively).
Conclusions:  These results showed that myocardial degeneration in obesity cardiomyopathy is trivial even ultrastructural level; autophagic 
changes in cardiomyocytes are the specific findings of DCM without obesity. It strongly suggests that morphological and functional changes of 
obesity cardiomyopathy are influenced by mechanical overload caused by obesity, and they are reversible.
